The Marden-Walker syndrome was first defined by Marden and Walker in 1966. In the past 10 years 5 additional patients have been identified (Fitch et al., 1971; Temtamy et al., 1975; Passarge, 1975; Simpson and Degnan, 1975) . Retrospectively, the patients reported by Younessian and Ammann (1964) and Gellis (1963) have features of this syndrome. The infant described by Ealing (1944) may be the earliest description of the Marden-Walker syndrome. We report an additional patient with this syndrome.
Case report
The proband was born at 42 weeks' gestation after a pregnancy complicated only by a maternal weight gain of 21 kg. Birthweight was 2700 g with a length of 48-5 cm. Facial features were not specifically noted as dysmorphic at birth, but bilateral talipes equinovarus and camptodactyly of the fingers were noted. Delay of growth and development was apparent by 9 The infant had joint contractures, arachnodactyly, growth and developmental delay. She died at 3 months of age from pneumonia. The necropsy identified microcystic kidneys and an anomalous connection of the inferior vena cava with the superior vena cava. This infant was considered to represent a new clinical entity, though some of the child's features were similar to those of the Schwartz-Jampel syndrome (Schwartz and Jampel, 1962; Aberfield et al., 1970) .
A second infant was reported by Fitch et al. (1971) . This child had facies similar to the patient reported by Marden and Walker. Joint contractures, muscular hypotonia, and growth and developmental delay were also present. Pneumoencephalography showed reduced size of the brain stem and cerebellum, but not hypoplasia. Evaluation of the neuromuscular system with muscle biopsy and electromyography was performed. Again the syndrome was compared to the Schwartz-Jampel syndrome.
From Egypt, 2 first cousins with the same general phenotypic findings were identified (Temtamy et al., 1975) . This is the only familial occurrence of this syndrome reported so far. The family exhibited significant consanguinity. These findings suggest the possibility that this syndrome may be an autosomal recessive condition. Additional case reports in 1975
show similar phenotypic features (Passarge, 1975; Simpson and Degnan, 1975 Because of similarities to the Schwartz-Jampel syndrome, and because a previous patient (Fitch et al., 1971) with the Marden-Walker syndrome had muscle abnormalities, the neuromuscular system was thoroughly evaluated in the present patient. Electromyography did not show significant abnormalities except for low amplitude. No evidence of myotonia was induced or identified. This is in contrast to the presence of myotonia in the Schwartz-Jampel syndrome (Schwartz and Jampel, 1962; Fowler et al., 1974) . Myotonia was also not present in the only other patient with Marden-Walker syndrome similarly studied (Fitch et al., 1971) . The histology of a skeletal muscle biopsy was normal in the present case. No disparity of muscle fibre size was identified, as had previously been reported by Fitch et al. (1971) . Histochemical study of the biopsy was also normal, as was electron microscopy. The observed histochemical and ultrastructural changes of the Schwartz-Jampel syndrome were not present (Fowler et al., 1974) .
Both mothers reported by Temtamy et al. (1975) had had multiple spontaneous abortions. This suggests an increased fetal loss in families with the MardenWalker syndrome. However, because of the consanguinity in this family other factors may have been important. The mother in the present case report had had 2 spontaneous abortions during her present marriage. None occurred during a previous marriage from which she had a normal daughter. This further suggests there may be an increased fetal loss with this syndrome.
Since only 1 instance of multiple family members with the Marden-Walker syndrome has been reported, The Marden-Walker syndrome the genetic nature of the disease is far from clear. The Egyptian family reported by Temtamy et al. (1975) was consanguineous with 2 affected first cousins. This, of course, suggests autosomal recessive inheritance. The mean maternal age of 27 years, and the mean paternal age of 33 years in reported parents are above that of the general population. Advanced paternal age has been postulated as an important factor in new dominant mutations (Jones et al., 1975) . The mean paternal age in patients with this syndrome is similar to that observed in other known autosomal dominant conditions such as achondroplasia (Jones et al., 1975) . The present case is compatible with autosomal recessive inheritance, a new autosomal dominant mutation, or sporadic occurrence. Additional families must be studied to provide the necessary data for correct interpretation of the mode of inheritance.
